A short review reveals that Funke in 1902 gave the first account of deficient sexual development combined with pterygium colli (webbed neck). In 1938 Turner described the triad of infantilism, pterygium coUi and cubitus valgus. In 1942 Varney, Kenyon and Koch and Albright, Smith and Fraser showed by means of hormone analysis of urine that similar cases of deficient sexual development were due to primary deficiency of the ovaries. Lastly Wilkins and Fleischmann( 1 944b) introduced the term 'ovarian agenesis' based on findings at biopsy and necropsy. At the site of the ovaries were small, white ridges lacking germinal epithelium. In a few cases of this socaUed sexual infantilism the ovaries have reached a later stage of foetal development, but never the stage of a normal newborn infant's ovaries. Wilkins (1950) connects the following clinical features with ovarian agenesis: infantile breasts, labia, clitoris, vagina and uterus, as weUl as rudimentary or missing ovaries. Sexual hair is usually present, though in a moderate degree and often not till the age of 14 to 16 years. Growth in height is nearly always stunted, yet a case with normal height has been described. The maturation of the bones is approximately normal, as also is the development of the teeth. There is increased gonadotropin excretion in the urine but only after the age of 12 years, as urinary excretion of gonadotropin is very small before puberty. The excretion of 17-ketosteroids is normal or slightly reduced. To this picture may be added a series of conditions of varying frequency: pterygium colli, the Klippel-Feil syndrome, a lowered hairline of the neck, hypoplastic mandible, ocular abnormalities, deafness, coarctation of the aorta, hypertension, cubitus valgus, scoliosis and slight osteoporosis. The I.Q. is usually normal. Wilkins maintains that it is not known whether males present any condition corresponding to ovarian agenesis. In this connexion it may be noted that some cases of Turner's syndrome in the male have been recorded by Dorff, Appelman and Liveson (1948) , Cunningham and Harley (1951) and Rossi and Caflisch (1951) among others. As to the incidence of the different symptoms, Wilkins and Fleischmann (1944b) point out that among 32 cases of ovarian agenesis 13 were associated with pterygium colli.
In short, ovarian agenesis is characterized by deficient sexual development combined with a varying series of anomalies. Most of the symptoms can be regarded as developmental defects and malformations. The aetiology is unknown. According to van Creveld and de Vaal (1949) ovarian agenesis has not been observed as a hereditary disease. On the other hand Kaijser (1949) has reported six cases in three of which the patients were closely related to each other, and Granrud (1952) reports a case of Turner's syndrome with familial traits of the disease. Rossi (1945) introduced the pterygium syndrome, and in 1951 Rossi and Caflisch analysed it on the basis of 177 cases collected from the literature as well as 20 of their own cases. Their analysis comprised such conditions as the status BonnevieUllrich, in addition to pterygium specially characterized by lymphangiectatic oedema, muscle aplasia, disturbance of the cranial nerves, retardation of growth, skeletal anomalies, etc.; Turner's syndrome; Nielsen's dystrophia brevicollis congenita, particularly recognized by the Klippel-Feil syndrome, pterygium colli and anomalies of the hairline of the neck; and lastly pterygo-arthromyodysplasia congenita: pterygium of the limbs, muscle aplasias and defects of the joints, arthrogryposis. Pterygium was found in all 197 cases, the neck being involved in 135 of them. Sixty-eight cases showed infantilism of the Turner type, among which 12 were distinct, and there were three mild cases in the male. Of the 197 cases, the sex was known of 115 females and 67 males, and was not stated in 15 cases. Other manifestations of the syndrome found in varying degree were stunted growth, anomalies of the spine, cubitus valgus, hypoplastic mandible, a characteristic physiognomy described as bec de fievre or greule de loup (hare beak or wolf jaw), congenital heart defects (usually coarctation of the aorta or defective interventricular septum), malformations of the hands and feet, lymphangiectatic oedema, muscle aplasias, and disturbances of the cranial nerves or possibly of the muscles supplied by them.
It will be seen that most of these features are the same as those connected with ovarian agenesis. We note particularly that in one-third of the cases there were signs of infantilism and hypogonadism. It seems that the occurrence of pterygium to a certain extent is familial. (1938) has tried to find conformity between pterygium colli and the myelencephalic blebs of the neck of Bagg-Little mice raised by inbreeding mice exposed to x-rays and showing a series of malformations. According to Bonnevie (see Reiniger, 1951) , these blebs are formed early in foetal life owing to increased pressure of the liquor. They extend to the periphery, the damage done by them depending on their physical action. Similar blebs in the human foetus have been described (Reiniger, 1951) , but it is difficult to apply Bonnevie's theory to more than a few of all the manifestations of this syndrome (Glanzmann, 1951; Launay, Matet and Colbert, 1951) . Treatment
The most important feature of the syndrome requiring treatment is the deficient sexual development. Here substitution therapy with gonad hormones is rational. According to Wilkins (1950) females should be given oestrogenic substance, usually stilboestrol, in doses from 0 5 to 5 mg. daily, usually 1 mg., for several months. When the genitals have reached the stage of adolescent development, or endometrial bleeding occurs, cyclic treatment is instituted. For two weeks stilboestrol alone is given, then for one week stilboestrol plus progesterone, 10-30 mg. daily, in order to simulate normal cycles, with no drugs during the fourth and last week of the cycle. Bleeding usually occurs two to three days after treatment is stopped. This treatment must be permanent. Of course fertility cannot be achieved.
A case has been recorded where this treatment was supplemented by testosterone on the assumption that if the suprarenal cortex is partially defective, shown by the absence of sexual hair and reduced excretion of 17-ketosteroids, the provision of androgen may be indicated. The assumption was justified by the development of sexual hair and increased growth in height, a result not achieved by stilboestrol treatment (van Creveld and de Vaal, 1949 Broman, Dahlberg and Lichtenstein, 1941 (Atria, Saur and Donoso, 1948) , and in which sexual hair was absent. Thus androgen therapy in ovarian agenesis should be rational.
In our case the excretion of 17-ketosteroids was reduced during treatment with testosterone. This may have been accidental, or testosterone may have suppressed the androgen function of the adrenals directly or via the hypophysis. At any rate it is noteworthy that a weekly supply of 50 mg. testosterone intramuscularly was followed by a reduction of the 17-ketosteroid excretion to 0 mg./24 hours.
Why is growth in height stunted in ovarian agenesis? It is unlikely to depend on hypofunction of the hypophysis or the thyroid gland. Inhibition of growth due to some other known cause (cerebral, cardiac, renal, etc.) may also be dismissed. Ovarian deficiency has been discussed as a possible cause. With increased oestrogen production, as in granulosa cell tumour, growth in height may be increased (Warkany, 1950) . On the other hand castration before puberty may lead to increased growth. This excludes the agenetic ovaries as the origin of the stunted growth. It is found that androgens may stimulate growth, particularly during the years of puberty. As already pointed out, ovarian agenesis is often associated with signs of reduced androgen production. If this reduction should be responsible for the diminished growth, the stunting is unlikely to appear before puberty. It is not so. At the age of 8 years our patient was 20°'/ below average in height. It is commonly supposed that this inhibition of growth depends on genetic factors, being a developmental anomaly in line with other manifestations of the syndrome (Wilkins, 1950) .
Several authors apply the term 'sexual infantilism' to the clinical picture presented by ovarian agenesis (Wilkins and Fleischmann, 1944a; van Creveld and deVaal, 1949; Kaijser, 1949; Wilkins, 1950; Granrud, 1952 ). It has not been possible to find any definition of this term. Infantilism generally indicates an inhibition of thewhole organism in an infantile phase and may be due to deficiency of a special organic system, infantilism being further classified according to its cerebral, cardiac, renal or other origin respectively. By analogy sexual infantilism should imply stunted growth due to hypofunction of the gonads. From what has already been said it is evident that the term sexual infantilism does not cover the conditions, as far as they are known, and should not be applied.
Gonad hypofunction can hardly be responsible for more than the sexual underdevelopment. Hypertension is no rare finding in ovarian agenesis. Among 15 cases hypertension was found in 10 (Wilkins and Fleischmann, 1944b) . In these cases the upper limit of the systolic pressure was about 150 mm. Hg, with a diastolic pressure about 110 mm. In our case the blood pressure was remarkably high. It has not been possible to discover definite aetiological factors accounting for hypertension, cases with coarctation of the aorta excluded. No renal or adrenal cause has been demonstrated.
In ovarian agenesis fairly extensive osteoporosis is usually found. The cystic form presented by our case has also been reported before (Wilkins and Fleischmann, 1944b) . The development of the teeth is said to proceed normally. In our case it was somewhat delayed.
We do not know to what extent, if any, there is a connexion between the multiple naevi observed in our case and this syndrome of developmental defects. Haney (1952) has lately reported a case of ovarian agenesis with numerous moles on the skin.
When primary hypogonadism takes the monosymptomatic form with only deficient sexual development its recognition before puberty may be very difficult, and the diagnosis will apparently not be supported by hormone analysis. However, a case has recently been reported in which increased gonadotropin excretion was observed in a girl barely 3 years old suffering from ovarian agenesis (Silver, 1951) .
The history and symptomatology of ovarian agenesis and the pterygium syndrome are surveyed. Their aetiology and pathogenesis are discussed. In view of the features which these two syndromes have plainly in common, it is argued that they should be regarded as different manifestations of the same syndrome.
Treatment and prognosis are reviewed. A report is given of a typical case, treated with stilboestrol, progesterone and testosterone. Some of its symptoms are discussed. The term 'sexual infantilism' is criticized.
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